. Morgan (1956) and others also supported this view. Levene ('1955, I956) reported that apparently collagenous plaques of intimal thickening, when examined with the electron microscope, consisted mainly of fibrin. This could support the thrombogenic theory of atherogenesis, since it is not easy to explain in any other way the presence of fibrin in this situation. This explanation of the pathogenesis has not gone unchallenged (Keech and Reed, 1955; van den Hoof, 1955 van den Hoof, , 1956 . It is also conceivable that the fibrin is derived from intimal haemorrhage which has been held to precede the atheromatous plaques as has been stressed by Paterson (1938) and others. Few would deny the importance of age and local strain or tension (Duguid, 1926; Muir, 195i (Cummine and Lyons, 1948) . All these claims have been denied (Ingram, Biggs and Armitage, I953; Paterson and McLachlin, 1954) . Hum, Barker and Mann (1947) Peel, 1956) .
A rise in platelet count occurs post-operatively and post-puerperally as does increased platelet stickiness (Wright, 1942) ; Moolton and coworkers (I949a, i949b) also claimed an increased platelet stickiness after cellular destruction in surgery, after trauma or after acute myocardial infarction and peripheral gangrene. This was not confirmed by others (Eisen, Tyson, Michael and Baumann, 195i) . De Nicola (1953) claimed an increase in factor 7 in thromboembolic disease and in late pregnancy, the latter finding also being reported by Koller (i954) and Alexander (1955) (Merskey, 1957) . Rats fed large amounts of cholesterol and fat and thiouracil form thrombi in the coronary vessels and develop myocardial infarction (Hartroft and Thomas, 1957) . None of these observations appears to have any direct bearing on human disease.
There is a little evidence on the effect of an acute fat load on blood coagulation which is worth mentioning. It is not difficult to show that fat added to blood in a test tube materially accelerates blood coagulation (Poole, 1955 (Poole, , 1958 Electrocardiographic evidence of myocardial infarction and ischaemic heart disease was found far more commonly in the White than in the Cape Coloured, in both of whom the disease was common.
The higher prevalence of ischaemic heart disease in Whites than in non-Whites was confirmed and was not attributable to a significant difference in age distribution of the population studied.
The peak prevalence in males was between 50 and 59 and in females between 60 and 69. The disproportionate prevalence in males was confirmed.
The results were compared with the findings of previous years.
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